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Relationship between Infected Part of Critically Ill Patients and Pathogenic
Microorganism with Serum Procalcitonin and D-Dimer Level
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( Department of Critical Care Medicine, Affiliated Hospital of Guizhou Medical University, Guiyang 550004, Guizhou, China)

[ Abstract ] Objective: To investigate serum procalcitonin and d-dimer level of different parts and va-
rious pathogenic microorganism infections caused sepsis. Methods: 116 sepsis patients’ data were an-
alyzed; comparing serum procalcitonin and d-dimer level of different parts and various pathogenic mi-
croorganism infections. Results: The values of procalcitonin and D- dimer in patients with bloodstream
infection are significantly higher than in patients with other infection, difference was statistically signifi-
cant (P <0.05). The PCT levels were different among different pathogens, top-to-bottom sequence as
G- fungus, G + fungus, and fungus, difference was statistically significant (P <0.05). Comparing D-
dimer level of fungus infected patients with G- fungus and G + fungus infected patients, difference was
statistically significant (P <0.05) ; while serum D-dimer level comparison of G + fungus and G- fun-
gus infected patients showed no statistical significance (P >0.05). Conclusions: Monitoring serum
PCT and D-dimer may be helpful to determine the infection parts and to definite the pathogens in sepsis
patients, and be preferable for choosing antimicrobial agents.
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1 ARSHE

L1 ik ss

2015 4E 1 A ~2016 4F 12 A AfEZ:4 ICU 1)
JHeFEAE R E 2L 116 ], T A R BT & Sepsis-3 12
Wrkmif ™ i AR K A | TR B J e 4 A ]
TR . HERR ICU fEBER ] <24 h, 4E % <
18 %5 20 Dl 2 AR G, BRAEA ™ I E DI fe
NN e
1.2 KR bR Mo Hr ik

A BT A ICU24 h pyRAE 4N E I, Fi
A2 R CTE A I I3 PCT | 52 L e 30 A6 Y 1L 3%
D- TR, AR AN () B YL R A B I PR PRV
I R o R P R i 2 A A, i A s A ) R
W B B S e 49 e R 4 I i DR B 45 1 A )
(%653 M) 2K,
1.3 Gilefab s

fii H SPSS 17. 0 - ab ¥RE A, Z 4 Z 1A Y L
BRI 58 A BEML R T B R 219 07 22 53 A1 (one-way
ANOVA) , 7 255 3R LU ECR F F K, £ 8
LR Bonferroni 35, J5 26 A 55 i) 2k ] Welch ji
oL F K58, 2 5 R A Dunnett's T3 %5524 P <
0.05 BN ERBA G XL,

2 #R

2.1 JRYLERAL I A

116 il e 75 4 58 & b, BRI i e 52 il 4
44.83% fili By 33 4l 15 28. 45% , f5i e 10
1ty 8. 62% , MRS O it 7. 76% , IB IR R Gk
Y 12 {5 10.34%

2.2 FEIRE

116 {55 1, JEHE U 77 B (16K 26
95 20 91 A S 1, it 17 1, FR Y 6 1,
sk 3 ) Sof 25 4 BIRE B 39 b BLSE A 3 P
9 bk, JHBYRAT T 20 Bk, WS SERAATE S bR, 1
BT 2 bk AT | Bk, PR (T 1 Bk,
S BF B | B, s 255 PR B 22 b SRRk
2k, A CHIATER T 11 bk, BRI SKE 4 B 3 L
PERRIER T 3 B, AHTETEREE 2 B TUR 16 42 4
BLLRERET O Wk DL AL E B 3 b H IR 24
WERRTE 3 b, SERIBALIEREEA 1 Bk
2.3 RIEIBRE A PCT 5% D-—H

AR IRV HBL 4 LT PCT K3 D-— 3K
AT 225 LS PCT SRR LI BRI 9 1
i PCT S FLA S 0 1 5L 5, 30
S5 e TR e g 1P e 9 13
PCT el 2.5 HA B0 8 3L (P <0.05) 5 ML
e D-Z BRI 0 1 D-— BRI
o B 3 91 5595 , 2 5% LA S M2 B (P <
0.05) , I B . 51 P B 3R S A i 3¢
D- AR W25 (P >0.05) W 1.

F1 TR A # % PCT R Rt
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The levels of procalcitonin and D-dimer of

Tab. 1

patients with different parts of infections

BYFEL n PCT(pg/L) D-Z R K (mg/L)
I 52 19.06 £29. 32 5.03£3.83

Jiti 4% 33 3.76 £5.34" 5.92 £5.37

Jii PR 10 1.37+1.83" 3.27£1.75

il 9 66.99 £28.71V @312 28 £3. 02V @3)
WRES 12 26.41 +24. 61 4.70 £1.36Y

F 15.277 6. 602

P 0. 000 0. 000

W SR, P <0.05; ) SR A, P <0.05; 7 SN AL,
P<0.05; 51k, P<0.05

2.4 [l B R A R I PCT KM D-
“RIK
FEAN R U I3 PCT g AR50 0 G-
WG+ B, 22 5 B et G HA
PR MM D- "R IEE G-I G + R L
SRAGHFE X (P <0.05) 1 G + R M G-
JEILE LK D-— R AOKP UL, = 5 RS B
X(P>0.05),i32,
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Tab.2 Comparison of the levels of procalcitonin and
D-dimer among the patients with different

pathogenic fungus

SEIEERE n PCT(pg/L) D-—B{A (mg/L)
G-HHFE 39 34.742+33.920  5.434 +4.367

G+ HERE 22 17.859 +18.762'"  7.481 +5.436
O 16 3.769 £9.527V 3.304 £1.237V®
F 8.361 4.414

p 0. 001 0.015

W5 G-, P <0.05;% 5 G + BERBEA L, P <
0.05

PCT J& OIS TG M R 1, 2 R4S 2 1 AR
Py, AR RS T 2 il R R C 4t & Ak, £
SR PCT KFEARAR( <0. 1 ug/L) ™o fkAE
10 ] o o N 4 1 o 0 o = AN 7 i e
FErERE e PCTH | 70 B R Wi 2 L F
PCT ] FUHARE &7, HOLHS 8 /K75 RAE ™ S FE L IE
MISET S BB AN B AT 2R HUR YL H PCT /K
S P B AR AR AR LA O, BRI R s A
—ERTIANE™ o 2 B R0 B % PCT 3R
PRI FLRELE I [RIB K, T 5 By R B e i) PCT
BEARERY . AR R, 7E 116 FlEg R
H, G-FF ARG PCT diem, LKl G+ BR1A, HA
J&Ye PCT Ak, 5 Fendler WM 38 S A —3("
BLA, I PRER K , G- BR BRI, PCT PR R 3
BT G+ BRI, M fE Sed8 4 40 CRP . WBC 1151 &
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